Heart failure due to thiamine deficiency ('wet beriberi') is now rare, even in the tropics. Vitamin treatment is usually successful, but occasionally irreversible myocardial damage results. We report here a British patient who suffered from wet beriberi whilst a prisoner of war (POW) of the Japanese during World War 11, and developed a congestive cardiomyopathy due to this which was diagnosed post mortem over 30 years later.
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Case report
In early 1976 a 60-year-old man was referred to hospital with moderately severe biventricular heart failure. He had been fit until imprisoned in the Far East during World War 11. There he suffered from malaria, dysentery, peripheral neuropathy ('dry beriberi'), and severe and prolonged oedema due to wet beriberi. On repatriation in 1945 he was given vitamin therapy and he recovered. However, some 5 years later he began to experience episodes of oedema with breathlessness and occasional chest pain. He was found to be in atrial fibrillation and mild heart failure, and was treated subsequently with digoxin, and intermittent diuretics. His heart disease was presumed to be ischaemic in nature. In r974 he had been assessed at the Liverpool School of Tropical Medicine where atrial fibrillation and slight cardiomegaly were found, but no signs of heart failure (he was taking diuretics at the time). He was also noted to have paraesthesia of the extremities and possible strongyloidiasis.
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When referred in 1976 his main symptoms were of swelling and orthopnoea, and his physical signs included atrial fibrillation, oedema up to the thighs, cardiomegaly, basal pleural effusions and basal crepitations. He also had a left recurrent laryngeal nerve palsy. Blood pressure and pulse rate were normal and he had no murmurs or added heart sounds. Electrocardiogram (ECG) confirmed atrial fibrillation with no other specific features, and chest X-ray showed cardiomegaly, pulmonary oedema, and small bilateral basal pleural effusions. He was treated vigorously with diuretics, and improved somewhat. In November 1976, however, he was admitted urgently with pneumonia and severe heart failure, and despite treatment he died the next day.
Autopsy confirmed the presence of pneumonia, and a pericardial effusion was also found. The heart weighed 650 g and both ventricles were dilated. The coronary arteries were grossly normal, and a small area of fibrosis at the tip of the left ventricle was noted. Histology of the myocardium (Plate I) revealed congestion and interstitial oedema, generalized interstitial fibrosis, and a variation in size of the myocardial fibres. The coronary arteries were histologically normal. No other significant gross or histological abnormalities were found in other systems. The features were thought to be those of a congestive cardiomyopathy with no evidence of coronary atheroma.
Comment
Though the histological features of beriberi cardiomyopathy are not specific, the abnormalities in this patient are similar to those found by other workers (Weiss, 1940; Alleman & Stollerman, 1948; Schlessinger & Benchimol, 1951) . It thus seems probable that our patient suffered irreversible cardiac damage due to severe wet beriberi, and that this caused a symptomatic cardiomyopathy over the subsequent 3 I years. Atrial fibrillation has been described in cardiac beriberi, albeit rarely (Weiss & Wilkins, 1g37), and cases have previously been mistaken for ischaemic heart disease (Schlessinger & Benchimol, 1951) . It is probably of significance that our patient had persisting paraesthesia since his POW days, and also a recurrent laryngeal nerve palsy (nutritionally-induced recurrent laryngeal nerve paralysis has been described rarely in former Far East POW'S by Walters et al. 1971) .
Persisting cardiac beriberi, despite vitamin treatment, was described in two American ex-Far East POW'S by Alleman & Stollerman (1948)~ but these men died soon after the war. We have come across no other cases in British ex-POW'S, but as diagnosis in this instance was largely by chance, it seems highly likely that other cases must exist. In the light of this, former Japanese POW'S with heart failure should perhaps be reassessed and in the event of death an autopsy sought.
